The autologous mixed lymphocyte reaction (AMLR) is an in vitro proliferative response that occurs when isolated T cells are cocultured with autologous non-T cells -for example, B cells or monocytes -expressing class II major histocompatibility complex (MHC) antigens.' T cells activated in the AMLR are designated autoreactive T cells (Ta) and function predominately as suppressor cells2" for such functions as T cell proliferation and T cell assisted B cell immunoglobulin production.5 Recent work has suggested that the generation of suppression in the AMLR may represent an in vivo feedback inhibition mechanism in the regulation of activated lymphocyte proliferation. 6 This reaction has both memory and specificity.
Defects in the AMLR have been described in conditions such as systemic lupus erythematosis,7 primary biliary cirrhosis,8 Sjogren's syndrome,9 and autoimmune thrombocytopenic purpura. '°A bnormal T cell suppression has been reported in inflammatory bowel disease using concanavalin A (con A) generated short lived suppressor cells."
Auer et al have shown that in patients with active, but not inactive Crohn's disease, there is impaired sup-pression of lymphocyte proliferation in the con A generated irradiated suppressor cell assay and in the spontaneous suppressor cell assay.'2 Defective suppression might explain such features as lymphocyte cytotoxicity for colonic epithelial cells'3 and increased immunoglobulin secretion by colonic B lymphocytes. ' 4 The aims of our study were to examine the generation of help and suppression of B cell immunoglobulin secretion by peripheral blood T lymphocytes activated by autologous accessory cells. As the AMLR is highly sensitive to corticosteroid therapy,5'5 patients studied were not using steroids.
Methods

PATIENTS
We studied 14 (Fig. 1) . IgA production by isolated B cells was significantly enhanced in patients with CD (Fig. 2) . IgA production in the presence of TM was also enhanced. There were no significant differences in quantity of IgG secretion (Fig. 3) 
